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ABSTRACT
Foix-Chavany-Marie syndrome (FCMS) is a cortical-subcortical pseudobulbar palsy characterized by automatic voluntary dissociation of
facio-masticatory-pharyngo-glosso-laryngeal movements. FCMS is typically caused by vascular insults on the bilateral anterior opercular or
adjacent subcortical areas. Acute onset of FCMS secondary to a unilateral lesion is extremely rare. Herein we present a case of FCMS
caused by acute unilateral anterior opercular infarction with preexisting bilateral leukoaraiosis. Our case shows that an acute unilateral
anterior opercular lesion can decompensate preexisting corticobulbar-subcortical lesions and cause the typical features of FCMS.
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F
oix-Chavany Marie Syndrome (FCMS) is a rare
type of bilateral cortical-subcortical pseudobulbar
palsy characterized by voluntary lingual, facial, pha-
ryngeal, and masticatory paralysis with preservation

of automatic and involuntary movements.1–4 Patients usually
present with facial weakness, severe dysphagia, spastic dys-
arthria, and anarthria on voluntary movements.2 FCMS is
typically caused by vascular insults on the bilateral anterior
opercular or adjacent subcortical areas,1–3 and acute onset
secondary to a unilateral lesion is particularly rare. Here we
describe a patient with preexisting bilateral leukoaraiosis who
presented with acute onset of FCMS secondary to a unilat-
eral anterior opercular infarction.

CASE REPORT
An 83-year-old right-handed Hispanic woman had a past

medical history of hypertension, diabetes mellitus type 2,
dyslipidemia, and ischemic stroke on the right frontal lobe
without prior residual neurological deficit. She presented to
the emergency department with an abrupt onset of severe
slurred speech, trouble swallowing, facial weakness, and left-
sided hemiparesis. On the initial neurological examination,
she had severe spastic dysarthria, dysphagia, an upper motor
neuron pattern of left facial paralysis, and left-sided

hemiparesis (Medical Research Council motor strength 4/5,
hyperreflexia 3þ, and a positive Babinski sign on the left foot).
Her mouth was half open and she could not close it when asked
to do so, although she could close it spontaneously and involun-
tarily when she smiled. Sneezing and yawning were intact. She
did not have sensory deficits, aphasia, alexia, or agraphia. The
complete blood count and comprehensive metabolic panel were
unremarkable. Brain magnetic resonance imaging (MRI) showed
an area of restricted diffusion consistent with an acute infarction
on the right frontal operculum without acute lesion on the
brainstem or cerebellum. MRI also revealed encephalomalacia
on the right frontal lobe secondary to chronic infarction and
extensive leukoaraiosis on the bilateral subcortical white matter
(Figure 1). Video fluoroscopic swallow revealed a single episode
of penetration on the last swallow of thin liquids with no aspi-
ration, and free spill was noted, which confirmed oropharyngeal
dysphagia. At 2-week follow-up, her speech, swallowing, and
voluntary facial movements showed partial improvement.

DISCUSSION
The current mapping of the divisions of the operculum has

demonstrated that stimulation causes motor and language defi-
cits as well as somatosensory and oropharyngeal symptoms.5 The
anterior operculum contains the voluntary motor fibers for the
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5th, 7th, 9th, 10th, and 12th cranial nerves, which then travel to
the cranial nerve nuclei via the corticobulbar tract.1,2 Injury to
this area can cause FCMS bilateral voluntary paralysis of facial,
masticatory, pharyngeal, laryngeal, and brachial muscles.6–8

Autonomic-voluntary dissociation in FCMS is explained by the
presence of alternative pathways for facial emotional expression
and automatic movements, hypothesized to be mediated
through the inner forebrain and outer longitudinal bundle that
connect the amygdala and hypothalamus to the brainstem.1,2

A unilateral lesion can cause FCMS either independently or
if a patient has experienced contralateral cortical-subcortical
lesions prior to the recent injury.1–3,8 Magnus et al reported the
first case in 1837,9 and in 1988 Starkstein et al10 reported a
patient with a lesion in the right insula and frontotemporoparietal
operculum. However, these cases were reported before the advent
of MRI or nuclear scanning. We found three fairly recent cases of
an isolated unilateral lesion resulting in FCMS; each report
described a patient who developed FCMS after unilateral damage
to the pars opercularis, two due to a stroke and one due to iatro-
genic surgical error.11–13 Previous case reports have described
how a new unilateral lesion in combination with older lesions can
result in FCMS.14,15 Our patient’s brain MRI revealed some pre-
vious brain damage contralateral to the acute infarction, which
appears to have contributed to FCMS. Some hypotheses as to
why a contralateral lesion causes FCMS include (1) contralateral
subcortical lesions interrupt the corticobulbar projections from
the anterior opercular cortex to the brainstem nuclei, and (2) a
unilateral representation of the motor centers dominantly and
bilaterally innervates the affected muscles.1 Martino et al used
tractography to correlate the occurrence of FCMS to the resection
of connections between the frontal aslant tract and arcuate fascic-
ulus and the right pars opercularis for the first time in the litera-
ture.12 A case of unilateral FCMS with right infarction of the
corona radiata revealed decreased volume of bilateral cortico-
nuclear tract fibers in tractography; when left cortico-nuclear
damage was added, it resulted in bilateral disability.2

To our knowledge, FCMS secondary to an acute unilateral
opercular lesion with underlying extensive leukoaraiosis has not
been reported. In our case, we propose that the corticobulbar
tract may have already been affected by the chronic white matter
lesions, but these slowly accumulated over time, which allowed
the patient to asymptomatically compensate for this damage.

These lesions, in addition to the acute opercular infarction, may
have resulted in the bilateral corticobulbar dysfunction manifest-
ing as FCMS. Prognosis for unilateral opercular lesions tends to
be better than for bilateral lesions.16 Our patient partially recov-
ered within a couple of weeks. Since subcortical leukoaraiosis is
not uncommon, particularly in aging populations, FCMS due to
an acute unilateral lesion should be considered in patients pre-
senting with acute onset of bilateral pseudobulbar palsy.
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Figure 1. Patient MRI showing (a) acute infarction of the right frontal oper-
culum and (b, c) encephalomalacia on the right frontal lobe and extensive
leukoaraiosis on the bilateral subcortical white matter.
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